At the time of admission he was breathless at rest, had a raised jugular venous pressure, a distended abdomen and peripheral oedema. Laboratory tests revealed multiple abnormalities (Table 1) . A plain chest radiograph revealed cardiomegaly plus a right-sided pleural effusion, and a 12 lead ECG revealed sinus tachycardia left-axis deviation, poor R wave progression but a normal QRS duration ( Figure 1 ). Computed tomography of the chest, abdomen and pelvis revealed cardiomegaly, intra-aortic thrombus in the descending aorta and bilateral pleural effusions (Figs 2, 3). Further investigations excluded hereditary haemochromatosis, sarcoidosis, copper excess or deficiency, thiamine deficiency and blood borne virus infection. Treatment was commenced with loop diuretics, levothyroxine, magnesium sulphate, alfacalcidol, calcium carbonate and low molecular weight heparin.
Further investigations confirmed primary hypoparathyroidism unresponsive to magnesium replacement and the presence of DCM without evidence of valvular or other congenital heart disease. Left ventricular ejection fraction was estimated at 15% using echocardiography. The patient declined to undergo cardiac MRI due to claustrophobia. Coronary arteries were normal at angiography and left ventriculography showed global hypokinesis. Treatment was modified to include an angiotensin converting enzyme inhibitor, a cardioselective beta blocker and spironolactone, with resolution of oedema, and marked symptomatic improvement. 
dIscussIon
DCM is a common cause of cardiac failure in younger adults. 1 Severe enduring hypocalcaemia related to underlying post-surgical hypoparathyroidsm or coeliac disease is reported to cause DCM and some cases demonstrate reversal of left ventricular dysfunction with restoration of normocalcaemia, although the left ventricular dysfunction may be permanent. 2, 3 Our patient had a number of associated abnormalities including arterial and venous thrombosis which are likely sequelae of long standing untreated cardiac failure, a condition that can be associated with multiple thrombotic events. 4 In this case there was a prolonged period of hypocalcaemia noted from hospital laboratory records (over five years) but there had been no characterisation of the nature or cause of the hypocalcaemia prior to his acute presentation with heart failure. The presence of learning difficulties in association with primary hypoparathyroidism prompted the possibility of DiGeorge syndrome as a cause of the constellation of problems the patient had, even though they had been present in some cases for four decades.
Di George syndrome (OMIM 188400) is a contiguous gene syndrome most commonly due to a deletion of 2.54Mb in a critical portion of the 22q11.2 region of chromosome 22. 5 This region contains the T-box 1 gene, whose gene product is a transcription factor thought to regulate a number of key developmental steps in all mammals. 5 The classical DiGeorge syndrome comprises This case demonstrates the possibility that undiagnosed DiGeorge syndrome may present in the fifth decade with irreversible DCM as a consequence of inadequately treated hypoparathyroidism. This highlights the need for any case of hypoparathyroidism to be adequately investigated to ensure both an accurate diagnosis and optimised treatment to avoid long-term consequences to an individual's health. 
